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Pelvi-uretcric junction and primary pelvic hydronephrosis From Mr R H Whitaker Department of Urology Addenbrooke's Hospital. Cambridge CB22QQ Dear Sir, All those of us who are interested in the problem of acute hydronephrosis will welcome the letter from Dr Peter Davies (June Journal, p 466) and I personally appreciate the interest of a radiologist in this knotty problem.
I have always been very unconvinced by the histological studies of the excised segment at pyeloplasty as they have been so contradictory. Some workers feel that there is too much of one type of muscle and others that there is too little of another. Collagen is seen in some, but not many of the ones that we have looked at.
Dr Davies is, I believe, correct in suggesting that the pelvi-ureteric junction is not necessarily the prime site of dysfunction, and I am sure he would agree that there is room for more research in this direction. Until more convincing evidence emerges, I will stick to my theoretical concept of an abnormal distensibility of the pelvic walls with disruption of the bolus formation at the pelviureteric junction (1975, British Journal of Urology 47, 377) , and I only hope that someone will eventually prove this theory to be right or wrong. Yours faithfully ROBERT WHITAKER 
April 1980
From Professor J A Gosling
Department ofAnatomy, Medical School
Manchester University, Manchester M 13 9PT Dear Sir, Whilst in agreement with the basic concept expressed in the letter from Dr Davies (June, p 466), I find some of the statements in support of this view rather unconvincing. I fail to understand how the demonstration of a normal renal pelvis between attacks of pain refutes the possibility that during the active phase of the disease the junctional region between the pelvis and ureter is not at that time tonically contracted. Furthermore, the observation of a seemingly normal renal pelvis does not provide any evidence, either for or against, effective neuromuscular coordination in the upper urinary tract. These aetiological theories will have to remain until they are either refuted or confirmed by data more substantial than those presently available. Notwithstanding these possibilities, our morphological studies (1978, British Journal of Urology SO, 145) lend support to the view that apparent narrowing of the pelvi-ureteric region (the pelvi-ureteric junction of Dr Davies) is not the primary cause of idiopathic hydronephrosis. In our experience, when morphological changes do occur they are confined to the dilated proximal segment and do not extend into the pelvi-ureteric junction -the latter cannot be structurally distinguished from normal ureter. Failure to maintain accurate orientation of resected pyeloplasty specimens during histological processing probably accounts for most of the contradictory morphological evidence referred to by Mr Whitaker (see previous letter). Yours (August 1979, p 621) does the latter little justice. I read the annotation and sent it to my brother. We feel that even if the facts are slightly innacurate it does not detract from an article that gave us so much interest and food for thought.
We are indeed reminded of the similarity of the . history of Anton Mesmer 
